The patient with a long arm deletion has an interstitial loss of the region between 7ql 1 and 7q21, corresponding to one of three groups of 7q deletion that have been recognised. The phenotypic changes in this group are less well defined than in the other two and the patient presented here differs clinically from the previously reported cases, apart from one phenotypically normal mosaic case, in lacking morphological abnormalities. He shares with one previous case both epilepsy and a high intensity of dermal ridge patterns.
Complete or partial monosomy 7 occurs, with a greater than chance frequency, in the bone marrow of patients with leukaemia or a myeloproliferative disorder (Rowley and Potter, 1976) . In such cases monosomy 7 has been reported as being associated with a lack of Colton blood group antigens (de la Chapelle et al., 1976) , and with defective neutrophil chemotaxis to casein (Ruutu et al., 1977) .
Monosomy 7 is comparatively rare as a congenital chromosomal anomaly. Zachai and Breg (1973) reported two infants with a ring chromosome 7; Wilson et al. (1973) and Friedrich et al. (1975) have reported infants with a deletion of the terminal dark band of the short arm of chromosome 7. There have been several reports of long arm 7 deletions, most commonly involving a break at band q32 (de Grouchy et al., 1968 Bass et al., 1973; Harris et al., 1977; Kousseff et al., 1977) . Other reported cases of long arm 7 deletion involve loss, secondary to a translocation between chromosome 7 and another chromosome (Shokeir et al., 1973; Turleau et al., 1974; Friedrich et al., 1975, patient 2), or an interstitial deletion of q21 to q31 or 32 (Ayraud et al., 1976; Higginson et al., 1976; Franceschini et al., 1978) or of qil to q21 or 22
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We present here two unrelated infants with markedly different phenotypes, both with interstitial deletions of chromosome 7: one of the short arm which differed both cytogenetically and phenotypically from other reported short arms, apart from some dermatoglyphic similarity; and the other of the long arm, associated with a translocation, which also differed phenotypically in several respects from other reported long arm deletion cases. The karyotype-phenotype correlations of partial monosomy 7 are discussed.
Case reports CASE 1 (FIG. 1) A first born child of unrelated parents, a mother of 34 years and father of 35 years, was delivered normally at 38 weeks' gestation. There was a 10-year history of infertility preceding the pregnancy for which both parents had received hormone therapy. The mother had polyhydramnios but radiological and ultrasound investigations in late pregnancy showed no abnormality, and the alphafetoprotein level on amniocentesis was normal. 453 Urinary amino-acids, organic acids, and mucopolysaccharides showed no abnormality. Rubella, toxoplasma, and cytomegalovirus serological tests were all normal. All other biochemical investigations gave normal results. Radiological examination of the skull, wrists, and cervical spine showed no skeletal pathology but the bone age of the hand was only 3 months.
At the time of his first admission at 10 months, he was observed to have infantile spasms with jerking arms, crying, and eye rolling. A history of mild group.bmj.com on July 12, 2017 -Published by http://jmg.bmj.com/ Downloaded from jerking from shortly after birth was obtained. An immediate electroencephalogram gave grossly abnormal patterns in both hemispheres with the emphasis on the left. The pattern resembled hypsarrhythmia with bilateral widespread spikes, sharp waves, and slow waves of 100 to 500 V±V amplitude.
It was somewhat atypical in that the spikes occurred in bursts which remitted at times and there was more asymmetry than would be expected.
He was treated with ACTH and nitrazepam with only temporary response. He has subsequently been managed on several different anticonvulsants but his epilepsy has proved very difficult to control. At 1 i years he was admitted to hospital for increasing frequency of fits culminating in a convulsion lasting one hour. At the age of 31 years, he is severely mentally retarded, chairbound, has some head control, and holds toys in his hands but does not use them in any purposeful way. He makes meaningless sounds, has only very limited attention, but does see and hear. DERMATOGLYPHIC FINDINGS Case 1 (Fig. 3) . The dermatoglyphic configurations on the proband's hands are abnormal. The finger print patterns, 8 arches and 2 ulnar loops, show a low intensity. The total finger ridge count, 20 ridges, is well below the mean figure of 145 ridges for English male controls. The pattern intensity on the palms is high; 5 0 loops per palm against 1 7 for males of the general population. On both palms there is a Sidney line, complete on the left hand and aberrant on the right hand. The axial triradius is on both hands distally placed (t'). On the thenar/ first interdigital area of both hands there is a dislocation of the ridge arrangements, particularly on the right hand. The palmar configurations were not found in a sample of 980 English controls (450 males and 530 females).
On the soles, the toe patterns, 9 arches and 1 double loop, are of low intensity and are also unusual in normal people.
Case 2 (Fig. 4) . The proband's dermatoglyphs show some features which are uncommon in normal people. White lines cutting across the epidermal ridges indiscriminately occur on fingers, palms, and soles of this case with extremely high frequency. This is a rare finding in young normal people as white lines tend to recede during adolescence and to reappear later in life. A pathological cause for the occurrence of white lines has been suggested by Cherrill (1950) . He associated their presence with The two previously reported cases of short arm deletion (Wilson et al., 1973; Friedrich et al., 1975) , along with the first of two cases of ring 7 (Zachai and Breg, 1973) , were all mentally retarded and had craniostenosis. Other features present in two of these three cases include microcephaly, an antimongoloid palpebral slant, and ptosis. These observations permit the tentative recognition of a syndrome associated with 7p deletion with the breakpoint at 7p15, and suggest that the ring 7 chromosome in the first case of Zachai and Breg (1973) must have had at least some of 7p distal to band 15 deleted, but that their second case, which differed phenotypically, must also differ cytogenetically. Our case 1 (case 5 of Grouchy et al., 1968 Harris et al., 1977; Kousseff et al., 1977) have in common mental retardation with microcephaly, low set or malformed ears, a bulbous nose, short stature, and genital anomaly. Two cases had diastasis recti, two had brachycephaly, and two had cleft lip and palate. The claim of Harris et al. (1977) that these features constitute a recognisable syndrome seems to be justified. The second group with long arm deletions comprises three cases with breaks at 7q21 and 7q31 or 32 (cases 15 to 17 of Table 2 ) (Ayraud et al., 1976; Higginson et al., 1976; Franceschini et al., 1978) . They too show remarkably consistent clinical findings, namely mental retardation, retarded growth, ocular defects, bulbous nose, low set or malformed ears, congenital heart disease, and hypertonia, again strongly suggestive of a definable syndrome. The third group of long arm deletions is that with an interstitial deletion between breaks at 7ql1 and 7q21 or 22 (cases 18 to 22 of Table 2, including our case 2 which is case 22 of the Table) (Valentine and Sergovich, 1977; Seabright and Lewis, 1978) . This group is less easily defined clinically as two of the reported cases were mosaic and in one of those only 15% of cells were abnormal (Seabright and Lewis, 1978) . Nevertheless, this group shows some phenotypic overlap with the second group. Two of the five cases have cardiac defect, two have downturned mouths, and one has low set ears. Two, including our case 2, have epilepsy as do two cases in the second group. These similarities might be associated with a common loss of material around bands q21 or 22, but evidence from more cases will be needed before this can be regarded as anything more than hypothesis. Case 2 presented here is remarkable for the lack of morphological abnormality. In addition to being subnormal, he is epileptic as already mentioned. Apart from these features he has hypotonia like the patient of Valentine and Sergovich (1977) and also shares with their patient a high pattern intensity of the finger ridges. Cytogenetically he differs from the others in this group in deriving his deletion from a translocation with chromosome 8. It may be that the phenotypic differences within this group depend on the precise position of the chromosome breaks giving rise to the deletion.
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